the inflamed mucosa as a hyperplastic lesion, to develop Uppsalalaan 8 through (flat) dysplasia into adenocarcinoma. This is Utrecht 3584 CT sometimes summarized as the "inflammation-dysplaThe Netherlands sia-carcinoma" sequence. Although these differences may suggest divergent pathogenic pathways, molecular studies indicate that the transformation process is largely shared between sporadic and UC-associated coChronic inflammation and cancer are closely associlorectal cancer. The relative order in which mutations in ated in the intestine. Anti-inflammatory medication genes such as APC, P53, SMAD4, or K-ras may differ, reduces intestinal neoplasia, while colorectal cancer yet these mutations are observed with comparable freincidence is increased in ulcerative colitis. Cyclooxyquencies in both disease entities. It thus appears reagenases are key to both diseases, yet the molecular sonable to consider the two forms of colorectal cancer, basis of the association remains incompletely underonce initiated, as a single disease entity. 

